Crack cocaine has become a major drug of abuse in the United States and its use is associated with a broad spectrum of pulmonary complications. The present study was conducted to determine whether controlled in vivo administration of cocaine (inhaled or 
Procedures described by the manufacturer were strictly followed without alteration.
Results

Subject Characteristics
Demographic and smoking characteristics of the 24 study subjects are shown in Table 1 (Fig 4) . In vivo administration of cocaine enhanced production of IL-8 from IL-2-stimulated PMNs to levels that were significantly greater than levels produced by stimulated PMNs recovered from nor¬ mal donors, cocaine subjects at baseline, or cocaine subjects following placebo administration (Fig 4) . There is a suggestion that the inducibility of PMN- compared with normal control subjects (Fig 4, cate¬  gories A and B) . However, given the small sample size and variability in values, these differences did not achieve statistical significance.
Discussion
The mechanisms by which crack cocaine injures the lung are not well defined. However, the frequent autopsy findings of diffuse alveolar damage, intersti¬ tial pneumonitis, and pulmonary fibrosis in crack users suggest that both acute and chronic inflamma¬ tory reactions are involved.68 The present study was designed to assess the effects of short-term cocaine exposure on circulating inflammatory cells. Our 
